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Smoking-Attributable Mortality and Years of Potential Life Lost — 
United States, 1984 


Cigarette smoking has been identified as the chief avoidable cause of death in the 
United States (7). Several estimates of mortality attributable to cigarette smoking 
have been reported, including 270,000 deaths for 1980 (2) and 314,000 deaths for 
1982 (3). Published estimates vary considerably because of changing mortality rates, 
decreasing smoking rates, and differences in methods used. Smoking-attributable 
mortality and years of potential life lost (YPLL) for 1984 are analyzed in this report. 

Relative risk (RR) estimates for smoking-related diseases and prevalence estimates 
of current, former, and never smokers among adults =20 years of age were used to 
calculate the smoking-attributable fraction (SAF) and smoking-attributable mortality 
for 19 underlying causes of death (2) (Table 1).* Age-, sex-, and race-specific 
mortality data for 1984 were obtained from National Center for Health Statistics 
reports. Age-, sex-, and race-specific smoking prevalence rates were obtained from 
the 1985 Current Population Survey (Supplement) of the Bureau of the Census (Office 
on Smoking and Health, CDC, unpublished data). Years of potential life lost were 
calculated to age 65 according to previously described methods (6). Age-adjusted 
smoking-attributable mortality and YPLL rates were calculated by the direct method, 
with the 1984 U.S. population used as the standard. 

For deaths among adults, the disease-specific SAFs are derived from RR estimates 
for current and former smokers that are weighted averages from four prospective 
studies (7-10 ). RR estimates for women based on these studies may be lower than the 
current RRs for many of the specific smoking-related diseases among women. 
However, the SAF for lung cancer among women (0.75) has been updated based on 
RR estimates from more recent mortality data (17). Race-specific RR estimates for 
smoking-attributable diseases were not available. 


*The equation for calculating the smoking-attributable fraction of each disease category is: 


[Po + p,(RR,) + p(RR,)] — 1 

[Po + £,(RR,) + pa(RR,)) 

where p, = percentage of never smokers, p, = percentage of current smokers, p, = percentage 
of former smokers, RR, = relative risk for current smokers (relative to never smokers), and 
RR, = relative risk for former smokers (relative to never smokers) (4). This formula is derived 
from the standard attributable risk (AR) formula (5): AR = p(RR — 1)/[p(RR — 1) + 1). 


SAF = 
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For four pediatric diagnoses, the mortality attributed to maternal smoking during 
pregnancy for children<1 year of age was determined. These calculations used RR 
estimates from Mcintosh (12) and current smoking prevalence among women 20-64 
years of age as a proxy for the percentage of pregnant women who smoke. The RR 
(1.50) for sudden infant death syndrome from Mcintosh (12) was used, but the RR 
(1.76) for total infant mortality reported by Mcintosh was used to calculate the SAF for 


TABLE 1. Total mortality, weighted smoking-attributable fractions (SAF), and 
smoking-attributable mortality (SAM), by disease category and sex — United States, 
1984 





Males Females Total 
Disease Category* SAM‘ 
Adults =20 years old 


Neoplasms: 
140-149 _Lip, oral cavity, pharynx 5,754 


150 Esophagus 6,310 
151 Stomach 8,468 
157 Pancreas 11,513 
161 Larynx 2,959 
162 Trachea, lung, bronchus 82,459 
180 Cervix uteri 0 
188 Urinary bladder 6,597 
189 Kidney, other urinary 5,424 
Circulatory diseases: 
401-405 Hypertension 13,464 


410-414 ischemic heart disease 
< age 65 78,340 


410-414 ischemic heart disease 
> age 65 211,003 


4275 Cardiac arrest 19,392 

430-438 Cerebrovascular disease 59,185 

440 Arteriosclierosis 9,235 

44) Aortic aneurysm 10,323 
Respiratory diseases: 

480-487 Pneumonia, influenza 28,774 


491-492 Chronic bronchitis, 
emphysema 10,708 


496 Chronic airways obstruction 31,240 
Digestive diseases: 
531-534 Ulcers 3,251 
Pediatric diseases, <1 year old 
765 Short gestation, 
low birthweight 1,729 
769 Respiratory distress syndrome 2,178 


770 Other respiratory conditions 
of newborn 1,982 


798.0 Sudden intant death syndrome 3,176 
Total’ 106,063 315,120 


*international Classification of Diseases, ninth revision. 
*Sums may not equal total because of rounding. 
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only three specific infant death categories (short gestation/low birthweight, respira- 
tory distress syndrome, and other respiratory conditions). 

An estimated 315,120 deaths and 949,924 YPLL before age 65 years resulted from 

cigarette smoking in 1984 (Table 2). The smoking-attributable mortality rate among 
men is more than twice the rate among women, and the rate among blacks is 20% 
higher than the rate among whites (Table 3). The smoking-attributable YPLL rate 
among men is more than twice the rate among women, and the rate among blacks is 
more than twice the rate among whites (Table 3). 
Reported by: Office on Smoking and Health, Center for Health Promotion and Education, CDC. 
Editorial Note: The total smoking-attributable mortality and YPLL reported here is 
similar to that cited in previous reports (2,3), showing that the disease impact of 
smoking in the United States continues to be enormous despite recent declines in the 
prevalence of smoking. These figures do not include mortality and YPLL due to 
peripheral vascular disease (for which specific RR estimates are generally lacking), 
cancer at unspecified sites, cigarette-caused fires, or involuntary (passive) smoking. 
In 1984, an estimated 1,570 deaths were attributed to cigarette-initiated fires (13); an 
estimated 3,825 nonsmokers per year die from lung cancer attributed to involuntary 
smoking (14). When the figures for fires and involuntary smoking are included, the 
estimated total of smoking-attributable deaths in the United States in 1984 is 320,515, 
or 15.7% of all (2,039,369) U.S. deaths. Total smoking-attributable YPLL (949,924) 
represents 8.1% of all (11,761,000) U.S. YPLL before age 65 (excluding YPLL due to 
cigarette-caused fires or involuntary smoking). 

Among blacks, the smoking-attributable mortality (32,779) represents 13.9% of 
total 1984 mortality (235,884), whereas the smoking-attributable mortality for whites 
(279,636) was 15.7% of total 1984 mortality (1,781,897), excluding deaths due to fires 


TABLE 2. Estimated smoking-attributable mortality and years of potential life lost 
(YPLL)*, by race and sex — United States, 1984 
Mortality YPLL 
Males Females Total’ Females Total’ 
Whites 184,296 95,340 279,636 199,590 689,418 
Blacks 22,647 10,131 32,779 63,473 193,425 
Total population® 209,057 106,063 315,120 288,273 949,924 


*YPLL before age 65. 
*Sums may not equal total because of rounding. 
‘includes whites, blacks, and racial category “other.” 














TABLE 3. Age-adjusted smoking-attributable mortality rates* and years of potential 
life lost (YPLL) rates’, by race and sex — United States, 1984 





Mortality rate YPLL rate 
Males Females Total Males Females 
Whites 189.7 64.2 119.0 5.56 2.17 
Blacks 236.5 75.5 143.2 12.07 4.85 
Total population® 192.6 68.0 133.2 6.53 2.71 
*Per 100,000 persons (population data from 1984 U.S. Census). 


TYPLL before age 65/1,000 persons <65 years (population data from 1984 U.S. Census). 
‘includes whites, blacks, and racial category “other.” 
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or involuntary smoking. However, the smoking-attributable mortality rate and YPLL 
rate were higher among blacks than among whites. These differences in rates reflect 
a higher prevalence of smoking and a higher mortality rate from smoking-related 
diseases among blacks. Higher YPLL rates among blacks may also reflect more 
smoking-attributable deaths at earlier ages. Because blacks tend to smoke fewer 
cigarettes per day than whites (15,16), the difference in smoking-attributable mortal- 
ity and YPLL rates between blacks and whites may be slightly overestimated. On the 
other hand, the RR of smoking-related diseases among blacks may be higher than the 
RR estimates used here because of increased interactions between smoking and 
other risk factors, different tar and nicotine exposures, or different smoking patterns. 
Still, these findings support previously cited concerns regarding the increased burden 
of smoking-related disease among blacks (17). 

Smoking prevalence for 1985 was used to calculate the SAFs in this study. 
However, ths 1984 smoking-related mortality is a result of a higher smoking 
prevalence curing the 1950s, ‘60s, and ‘70s, the decades during which these diseases 
were developing. Therefore, the SAFs used here are conservative. 

CDC has examined YPLL before age 65 years since 1979 (6). In this study, most 
smoking-related deaths (218,691, or 69.4%) occurred among persons =65 years of 
age. Thus, the smoking-attributable YPLL among persons<65 reported here (949,924) 
is substantially lower than the 3.6 million smoking-attributable YPLL calculated when 
the average life expectancy in the United States is used for calculating YPLL for 1984. 

Group-specific calculations such as these are possible for states and other defined 
populations if mortality and smoking prevalence data for those populations are 
available. A computer program has recently been developed to aid in calculating 
mortality and YPLL attributed to cigarette smoking (78). CDC is now collaborating 
with all 50 state health departments, Puerto Rico, and the District of Columbia to 
perform similar studies. Results from this project will be reported in 1988. 
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Epidemiologic Notes and Reports 





Outbreak of influenza-Like lliness in a Tour Group — Alaska 


A 56-year-old Vermont resident began having influenza-like symptoms on August 
25, while on a cruise ship off the coast of Alaska. Serum specimens collected from the 
patient showed a fourfold rise in hemagglutination inhibition titer, indicating infection 
with a contemporary strain of influenza A(H3N2) virus. The patient had been one 
member of a group of 35 (34 residents of Vermont, one from New Hampshire) that 
had departed for Alaska on August 15 and had spent the period August 22-26 on a 
cruise ship traveling along the Alaskan coast. Telephone interviews with all group 
members revealed that 19 (54%) had had a respiratory illness (fever or feverishness, 
and at least two of the symptoms of cough, coryza, sore throat) between August 23 
and September 2; onset was August 25 for seven persons (37%). The mean age of the 
persons who became ill was 62 years, similar to that of the entire group. Anecdotal 
reports suggest high rates of respiratory symptoms among the approximately 600 
other tourists on the vessel. Further serologic evidence for the occurrence of type 
A(H3N2) influenza infection among the tourists from Vermont is being sought. No 
other outbreaks of influenza-like illness or confirmed influenza infections have been 
reported in Alaska. 

Reported by: RP LaFiandra, MD, Addison County, Vermont; State Laboratory Directors and 


Epidemiologists, Alaska and Vermont. Div of Field Svcs, Epidemiology Program Office; Influenza 
Br, Div of Viral Diseases, Center for infectious Diseases, CDC. 


Editorial Note: Although additional laboratory evidence of influenza infection is still 
being sought, it is likely that a cluster of influenza A(H3N2) infections occurred in the 
tour group from Vermont. Recent reports from the World Health Organization 
describe the circulation of type A(H3N2) strains in several Asian and Pacific nations 
from about April to September. Considering the large numbers of people traveling 
through Alaska who are residents of, or visitors from, countries of Asia and the 
Western Pacific, importation of the virus into Alaska in the late summer is to 
be expected. 
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The occurrence of an early outbreak of influenza A(H3N2), coupled with the lack of 
activity of type A(H3N2) virus in the United States last winter, suggests that this 
subtype will be at least partially responsible for the influenza activity of the coming 
season. Traditionally, type A(H3N2) viruses, in contrast to type A(H1N1) viruses, have 
spread to older persons (as in the Alaskan outbreak) and have been responsible for 
most mortality and excess hospitalizations, as well as causing increases in clinic visits 
and absenteeism from the workplace or classroom. Actions to reduce this impact are 
detailed in the recommendations of the Immunization Practices Advisory Committee 
(ACIP) (7) and in the proceedings of a recent symposium (2). In particular, these 
measures include vaccinating persons being treated for cardiopulmonary disease, 
residents of chronic-care institutions, persons over 64 years of age, and any other 


(Continued on page 704) 





TABLE |. Summary — cases of specified notifiable diseases, United States 
42nd Week Ending Cumulative, 42nd Week Ending 
Oct. 24, | Oct. 16, Median | Oct.24, | Oct 16, | Median 
1987 1986 1982-1986 1987 1986 1982-1986 
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TABLE ll. Notifiable diseases of low frequency, United States 
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TABLE Ill. Cases of specified notifiable diseases, United States, weeks ending 
October 24, 1987 and October 18, 1986 (42nd Week) 
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TABLE Ill. (Cont’d.) Cases of specified notifiable diseases, United States, weeks ending 
October 24, 1987 and October 18, 1986 (42nd Week) 
Measles (Rubscia) Menin- 
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Cum. 
1987 


v907 | ‘en? | Ya0e 








Mumps Pertussis 
1907 | ‘veer | "7 | ‘ser | 1000 
2,322 91 4 2013 3,161 


194 2 1 137 1 
10 1 - 27 
8 ° 
































9 416 
6 162 


3 


192 


= 
~ 


1 


aie 


Bg 


as 
ix 
Db 
sb 
< 
2 
8 p88Sz ..8. acs 
seuee exces 
eee 


? 
3 
-a 


Ohio 
ind. 
mM. 
Mich. 
Wis. 
W.N. 


Minn. 
lows 
Mo. 

N. Dek. 
S. Dek. 
Nebr. 
Kans. 


8 Seo 


; 
eaeok atwandS BR~KB 
+2225 -@ 


= 
~, BESS 


wn 
3 
Lia 


<5 REE! 
aS. 


B PPRES 
. 
: 
each 


g 
: 
eSENS SARSLBL BoB Bon BoB NSBS 


- 


B_S83 -eBSB sesuea_w. 8 e.8one 
_-—-@e OO. N- 


rasta 
; 
~Z2R-B Zz. oad wn. 


nN 
Bes, 8 Se.88 .. 809 B88..8.8 
N 
% 
o 
N 


nn 

“a 
adbBze. ao 
on 
Sea 


>» = 
3388 
Bont 


pewter? wotnuwonok Ba.+8 ea--5 Bae 
,anw- BrBuw 


euo8e88 .seue.scB 


mE UPRSER FEREOFERE 


.8 
~ 
x 











Vol. 36 / No. 42 


TABLE Ili. (Cont’d.) Cases of specified notifiable diseases, U 
October 24, 1987 and October 18, 1986 ( 
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TABLE IV. Deaths in 121 U.S. cities,* week ending 
October 24, 1987 (42nd Week) 



































All Causes, By Age (Years) All Causes, By Age (Years) 
Area 
eee arm All | 65 |as-04| 25-44] 1-26] <1 |Tot| “Porm” All | 05 |45-04| 25-44) 1-26) <1 |T 
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NEW ENGLAND 721 «495 133 «57020 «6110 «25s 64 IS. ATLANTIC 1,281 815 260 112 4 4 6 
: 218 42 368 2 4M 26 | Atianta, Ga. 1768 0121s 21 13 7 6 6 
Conn. 47 31 12 3 - 1 7 |Bettimore, Md. 201 128 #43 20 3 7 13 
, Mass 28 2 3 3 . ° 2 |Chariotte, N.C.$ 78 xs 6 6 4 2 4 
Fall River, Mass 31 3 64 2 “ ° - | Jacksonville, Fla. 156 “63 «4 ~ 7 1 
Hartford, Conn. 75 4a 66 CO 1 4 5 |Miami, Fis. 120 58 3 4 7 2 1 
Lowell, Mass. 28 22. =«(«¢6 . 1 - 2 |Norfolk, Va. 64 “4 6130~«COW 3 (4 6 
Lynn, Mass. 22 7 4 1 . ° 1 [Richmond, Va. 90 67 «(17 1 1 4 7 
New Bedford, Mass 27 21 4 2 - - 2 |Savannah, Ga. 42 26 - 3 © - 6 
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“Mortality date in this table are voluntarily reported from 121 cities in the United states, most of which have of 100,000 
more. A desth is reported by the place of its occurrence and by the week that the death certificate was are 
**Pneumonia and influenza. 
tBecause of changes in methods in these 3 Pennsyivania cities, these numbers are partial counts for the current 
counts will be in 4 to 6 weeks. 
ttTi includes unknown ages. 
§Deta not available. Figures are estimates based on average of past 4 weeks. 


Vol. 36 / No. 42 MMWR 703 


TABLE V. Estimated years of potential life lost before age 65 and cause-specific 
mortality, by cause of death — United States, 1985 


YPLL for Cause-specific 
Cause of mortality persons mortality, 1985" 
(Ninth Revision ICD) dying in 1985* (rate/100,000) 
ALL CAUSES 

(Total) 11,844,475 874.8 
Unintentional injuries’ 

(E800-E949) 2,235,064 38.6 
Malignant neoplasms 

(140-208) 1,813,245 
Diseases of the heart 

(390-398,402,404-429) 1,600,265 
Suicide, homicide 

(E950-E978) 1,241,688 
Congenital anomalies 

(740-759) 694,715 
Prematurity* 

(765, 769) 444,931 
Sudden infant death syndrome 

(798) 313,386 
Cerebrovascular disease 

(430-438) 253,044 
Chronic liver diseases 

and cirrhosis 

(571) 
Pneumonia and influenza 

(480-487) 
Acquired immunodeficiency 

syndrome (AIDS)** 
Chronic obstructive 

pulmonary diseases 

(490-496) 31.2 
Diabetes mellitus 

(250) 128,229 16.2 
*For details of calculation, see footnotes to Table V, MMWR 1987;36:56. 
*Cause-specific mortality rates as reported in the National Center for Health Statistics’ Monthly 
Vital Statistics Report are compiled from a 10% sample of all deaths. 
‘Equivalent to accidents and adverse effects. 


‘Category derived from disorders relating to short gestation and respiratory distress syndrome. 
**Reflects CDC surveillance data. 
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persons with underlying diseases that increase their likelihood of having complica- 
tions from viral or secondary bacterial infections. In addition, physicians, nurses, or 
family members (including children) who might transmit infections to high-risk 
persons should be vaccinated. 

Vaccine should be routinely provided during this season for the above high-risk 
persons and their close medical or family contacts. These persons should be actively 
identified and informed about the advisability of pre-winter vaccination against 
influenza. Pneumococcal vaccination history should also be determined for high-risk 
persons, and this vaccine should be administered simultaneously with influenza 
vaccine to persons who have not already received it. Booster doses of pneumococcal 
vaccine should not be given. For further information at the local level, contact state or 
county health departments, or the American Lung Association. 

References 
1. Immunization Practices Advisory Committee. Prevention and control of influenza. MMWR 
1987 ;36:373-80,385-7. 


2. Douglas RG, ed. Proceedings of a symposium: prevention, management, and control of 
influenza: a mandate for the 1980s. Am J Med 1987;82(suppi 6A): 1-69. 


Topics in Minority Health 
Regional! Differences in Postneonatal Mortality — Mississippi, 1980-1983 





Mississippi's postneonatal mortality risk is one of the highest among U.S. states. 
To counter this trend, the Mississippi State Department of Health studied regional 
differences in postneonatal mortality using linked birth and infant death certificates 
for 1980-1983. 

This certificate linkage provides information on known risk factors for postneonatal 
mortality that is not routinely collected on death certificates (i.e., maternal age, 
education, and marital status and infant birthweight and Apgar score). The study was 
restricted to single-gestation, live-born infants of Mississippi residents, infants who 
weighed >500 g and <8,165 g at birth, and infants who lived beyond the neonatal 
period (the first 28 days of life). From 1980 through 1983, 876 deaths occurred among 
these 178,196 postneonates, for a postneonatal mortality risk of 4.9 deaths/1,000 
postneonates. 

For this 4-year period, the postneonatal mortality risks varied substantially among 
the nine Mississippi public health districts, from 3.8 postneonatal deaths per 1,000 
postneonates in Districts Il and IX to 6.8 in District Ill (Figure 1). Public health districts 
were chosen as the geographic unit of analysis because of the limited number of 
postneonatal deaths occurring in many counties, the roughly homogenous compo- 
sition of the districts, and the fact that most interventions to reduce regional 
differences would be initiated through these districts. To screen for districts with 
substantially higher or lower mortality risks than that of the state, investigators used 
indirect standardization to adjust for race, gender, and birthweight in a method 
similar to that of Williams (7 ). After standardization, the risks in Districts | and Ill, the 
two northwest districts in the Mississippi Delta region, were significantly higher than 
the risk for the state, and no district had a significantly lower mortality risk. 

A differing mortality pattern was identified by districts when postneonatal mortal- 
ity risks were examined by race (Figure 1). When the risks of black and other races* 


*Because approximately 97% of the postneonates in the black and other races category are 
black, this category will be referred to as black. 
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Postneonatal Mortality — Continued 


were compared with those of whites by districts, the mortality risks for black 
postneonates ranged from 1.8 to 2.9 times higher. The mortality risks for white 
postneonates alone varied little, from 2.6 postneonatal deaths/1,000 postneonates in 
District Vil to 3.3 in District |; no district had a white postneonatal mortality risk 
statistically different from the state’s risk. The mortality risks for black postneonates 
varied from 5.5 in District || to 9.0 and 8.3 in Districts | and Ill, respectively. By indirect 
standardization, the risks for black postneonates in Districts | and Ill were significantly 
higher than the state’s risk for blacks, and no district had a significantly lower risk. 
Most of the district variations in the postneonatal mortality risks for all races 
combined occurred because of the wide variation in black postneonatal 
mortality risks. 

To examine the higher rnortality risks among black postneonates in Districts | and 
lll, investigators completed a series of district-specific analyses comparing each of 
these two districts with the other seven districts. Black postneonates in District | had 
a mortality risk 1.5 times higher than black postneonates in the seven comparison 
districts (95% confidence limits [CL] = 1.2, 1.9). Adjusting for maternal age, educa- 
tion, marital status, use of prenatal care, and infant birthweight did not substantially 
alter this comparison. 

Further comparisons demonstrated that 1) the higher relative risk for mortality in 
District | occurred throughout the postneonatal period, and 2) the higher mortality risk 
was not related to any particular season of the year. However, one important 
difference was identified. Twenty-four percent of deaths among black postneonates 
in District | occurred in a hospital or clinic, compared with 44% in other districts 
(p=0.001). Moreover, roughly 56% of white postneonatal deaths in District | and in 
other districts occurred in a hospital or clinic. 

In relation to the underlying cause of death (Figure 2), black postneonates in 
District | had a mortality risk difference of 2.8 deaths/1,000 postneonates. Sudden 
infant death syndrome (SIDS) accounted for 2.0 (71%) of the risk difference; injuries 
and unknown cause of death accounted for the remainder. However, the confidence 


FIGURE 1. Postneonatal mortality risks, by race and district — Mississippi, 1980-1983 
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in attributing most of this difference to SIDS is weakened because autopsies were 
performed in only 4% of deaths among black postneonates in District |. 

The findings for black postneonates in District Ill were similar to those in District | 
except that postneonates with birthweight <2,500 g accounted for most of the higher 
mortality risks. Black postneonates in District Ill weighing <2,500 g, compared with 
postneonates of the same race and birthweight in the seven comparison districts, had 
a relative mortality risk of 1.7 (95% CL = 1.3, 2.4), whereas the relative mortality risk 
for postneonates weighing =2,500 g at birth was only 1.1 (95% CL = 0.86, 1.4). 
Analyses attempting to explain the higher risk in this lower birthweight group 
provided little information except thet 40% of the deaths among these black 
postneonates in District Ill occurred in a hospital compared with 55% for black 
postneonates in the other seven districts, 67% for white postneonates in District Ill, 
and 75% for white postneonates statewide. 

Reported by: NC Gunter, Div of Public Health Statistics; CE Fox, MD, E Holgren, CNM, Bur of 
Health Svcs; FE Thompson, MD, State Epidemiologist, Bur of Preventive Health Svcs, Missis- 


sippi State Department of Health. Pregnancy Epidemiology Br, Div of Reproductive Health, 
Center for Health Promotion and Education, CDC. 


Editorial Note: This study identified two major disparities in postneonatal mortality 
risks: 1) statewide, black postneonates had higher risks than white postneonates, and 
2) in Districts | and lil, black postneonates had higher risks than black postneonates in 
the seven comparison districts. 

The twofold higher mortality risk of black postneonates is an ongoing problem in 
the United States as well as in Mississippi (2). Mississippi's higher postneonatal 
mortality rate compared with other states is partly related to a higher percentage of 
black births in Mississippi. Moreover, the state had the third highest postneonatal 
mortality rate in the nation for black and other races in 1983 (3). 

Beyond the higher overall risk for black compared with white postneonates, the 
study showed that black postneonates born in Districts | and Ill had even higher 
mortality risks than those born in the other seven districts. If the mortality risks for 


FIGURE 2. Postneonatal mortality risks, by underlying cause of death, black and 








*Districts Il and IV-IX 
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these postneonates could be lowered to those of the other districts, the mortality risk 
for black postneonates statewide would decrease 10%—a drop greater than that 
experienced by the state over the last 4 ears. 

The disparity among health districts went largely unexplained for two reasons. 
First, information on the underlying cause of death was inadequate. Given the low 
percentage of autopsies and the completion of many death certificates by non- 
medically trained coroners, the classification of the cause of death as SIDS or 
unknown is uninformative. An autopsy is essential in the diagnosis of SIDS to 
eliminate other likely causes of death. Without it, caution must be used in attributing 
an increased mortality in Districts | and Ill to SIDS. Second, although the birth and 
death certificates include many of the risk indicators for postneonatal mortality, 
additional medical and social information is not available, such as perinatal morbid- 
ity, additional medical history, present illness information, health-care participation, 
immunization status, financial status, home environment, and parenting skills. 

Mississippi has taken direct action to remedy both of these problems, including 
changing its laws concerning coroners and coroner cases and increasing its number 
of completed autopsies. Mississippi's physicians and hospitals can also assist in 
remedying the problem by encouraging autopsies involving both coroner and non- 
coroner cases and by using autopsy results to more accurately assign the causes of 
death. More accurate causes of death should help delineate the role of SIDS in the 
higher black postneonatal mortality in Districts | and lil. 

In addition, the Mississippi State Department of Health is developing studies to 
address possible interventions in Districts | and Ill. These two districts include 
counties with some of the highest levels of poverty in the country. Although 
adjustment for maternal education only slightly reduced the RR for mortality, better 
measures of socioeconomic status might reflect the findings of prior studies that the 
higher mortality experienced by poor families is primarily mediated through poorer 
access to or utilization of medical care (4,5). This study's finding of the lack of 
hospitalization at the time of death suggests that access to health-care facilities may 
be a problem for those families. 
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Errata: Vol. 36, Nos. 33 and 38 


.550 TheP.A.G.E.S. program is partially supported by a grant from the Foundation 
of the March of Dimes. The name of S.R. Potsic, M.D., M.P.H., was omitted 
from the list of reportees from the Lake County Health Department. 


The first sentence in the second paragraph on page 641 should have read, 
“Based on several methods of measurement, overall motor vehicle-related 
fatality rates decreased during the period 1960-1985.” 
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FIGURE |. Reported measles cases — United States, Weeks 38-41, 1987 
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